Multiple sclerosis is rare among the indigenous black people of Africa. The
Multiple sclerosis is rare among the black population of Africa, although it has been reported from some African countries including Kenya,'-3 Uganda,4 Cameroon,) Ethiopia, 6 and Senegal.7 Multiple sclerosis is uncommon in the coloured and Indian people of South Africa.89 Although neuromyelitis optica (Devic's syndrome) has been described in South Africa,'101 there was no well documented case of multiple sclerosis in the black South African population until 1987.12 Levy, Chikanza, and others had noted a few black patients with multiple sclerosis in Zimbabwe (unpublished data). We therefore decided to collect the histories and clinical findings of the black patients we could trace in South Africa and Zimbabwe.
Method
In South Africa, the neurologists at the main hospitals in Johannesburg, Pretoria, Durban, Pietermaritzburg, and Capetown were asked if they knew of any black patients with multiple sclerosis. Since 1947 copies of death certificates, in which multiple sclerosis has been mentioned, had been obtained by one On examination he had a right internuclear ophthalmoplegia and nystagmus on upward gaze. The optic fundi and pupillary responses were normal. The tendon reflexes were exaggerated, the abdominal responses were absent, and the plantar responses were extensor. There was pronounced ataxia of all four limbs so that he was unable to walk.
Oligoclonal bands were found in his CSF. The treponemal antibody absorption test was positive in the blood but negative in the spinal fluid. Tests for cysticercosis were negative. The visual evoked response was delayed in both eyes (P100 = 121 and 116 ms). His human leucocyte antigen (HLA) groups were A2, AW30, B7, BW42, DR2, DR3, DQ1, DQ3. MRI showed multiple high intensity lesions in a periventricular distribution. He is considered to have laboratory supported probable multiple sclerosis by the Poser classification.'3 He has been lost to follow up.
Case 2 (Wentworth Hospital, Natal) This 26 year old man was first seen in 1984 with a three day history of pain, numbness, and weakness in both legs, followed by urinary retention. On examination at that time, his mental state was normal. His fundi were normal and he had nystagmus on looking to the left. He was dysarthric and had incoordination of both upper limbs. All tendon reflexes were brisk, the abdominal reflexes were absent, and both plantar responses were extensor. There was impairment to pinprick and touch sensation in the lower limbs but vibration and joint position sense were normal. The rapid plasma reagin test for syphilis was positive to a dilution 1:2 but the corresponding test in the CSF was negative. A myelogram and CT of the brain were normal. An EEC showed occasional bursts of frontal intermittent rhythmic activity. Although the evidence for neurosyphilis was limited he was given a course of penicillin. He improved gradually over a period of five weeks and, at the time of discharge, was able to walk with only mild disability. In 1988 he developed the rapid onset of hoarseness, weakness of the legs and the right arm, and incontinence of urine and faeces. Examination at that time showed a normal mental state, pallor of the left optic disc, mild weakness of abduction of the right eye, horizontal nystagmus, and asymmetric tongue and palatal movements. Tone was increased in all four limbs. The tendon reflexes were brisk bilaterally and both plantar responses were extensor. Touch and pinprick sensation were impaired up to the T12 dermatome. Joint position sense was intact but vibration sense was impaired in the legs. There was incoordination of the arms. A repeat myelogram and CT of the head were normal as were the serum B 12 and folic acid. The rapid plasma reagin test in blood was positive for syphilis, but the test was negative in CSF. Antibodies to HTLV1 were not detected in the blood or CSF. A diagnosis of clinically definite multiple sclerosis was made and the patient was treated with prednisone. He improved to the extent that he could walk between parallel bars. He failed to return for follow up. tal nystagmus and dysarthria. Her visual acuity, the fundi, and cranial nerves were normal.
Tone was increased in all four limbs. Power in the arms was normal but it was decreased in the legs. Deep tendon reflexes were brisk, more so on the right than on the left. The abdominal reflexes were absent and both plantar responses were extensor. Touch and pinprick sensation were normal but vibration sense and position sense was absent in the feet. There was bilateral cerebellar ataxia, more pronounced on the right side. A myelogram showed no abnormality. The CSF was acellular and had a protein concentration of 0-22 g/l. The blood rapid plasma reagin test for syphilis was negative.
She was readmitted in May 1989 with a rapid decrease in visual acuity in the left eye and a similar, but more gradual, failure of vision in the right eye. She also complained of urgency and incontinence of urine. Examination confirmed progression of cerebellar and pyramidal dysfunction and she also had bilateral internuclear ophthalmoplegia. She had optic atrophy of the left eye and mild disc pallor of the right. The visual acuity of the left eye was reduced to an ability to count fingers, and was 6/36 in the right eye. She was confined to a wheelchair. A repeat CT scan of the brain, after double dose contrast, was unremarkable except for generalised atrophy. The right visual evoked response was delayed (P100 = 135 ms). No discernible waveform was noticeable from the left eye. The late waves of the brainstem auditory evoked responses were absent on the right and delayed on the left. The median somatosensory evoked response was normal on the right and delayed on the left (N20 = 25-6 ms). The CSF was, again, acellular but the IgG index was raised (1 1; normal < 0 07). The HLA profile was A26, A28, B7, B14, DR2, DR53, and DQ1. Antibody tests for HIV and HTLV1 in the serum gave negative results. MRI (fig 1) showed extensive white matter lesions in the periventricular and subcortical areas, as well as in the brainstem and cerebellum. She was considered to have clinically definite multiple sclerosis. She improved with treatment with azathioprine. In subsequent admissions there was considerable neurological deterioration and she had repeated urinary tract infections. She died in September 1990 and there was no postmortem examination.
Case 4 (Wentworth Hospital, Natal) This 36 year old man presented in 1990 with a three year history of progressive weakness of both legs, the right greater than left. He also developed urgency of micturition and poor vision and incoordination of his right arm. There was no history of exposure to toxins or substance abuse, nor a family history of any similar problem. On examination his mental state seemed normal. There was pallor of both optic discs. There was bilateral and rotatory nystagmus. He had spastic paraparesis, generalised hyper-reflexia, and a bilateral extensor plantar response. There was ataxia of both There was no known history of inter-racial marriage. In 1974, at the age of 31, she developed blurring of vision in the left eye that responded to treatment with steroids. In 1979 she again had blurring of vision in the left eye and the vision recovered once again on treatment with steroids. In 1981 she developed weakness in both legs, which improved on treatment to the extent that she was ambulatory with aid. In 1987 she had a further relapse with severe weakness in both lower limbs that did not improve.
In April 1990, she had acute onset of spasticity and weakness of the right arm and was admitted to hospital in Johannesburg. On examination at that time, her mental functions and speech were normal. There was no nystagmus. Both lower limbs were totally paralysed and flaccid. There was weakness and spasticity of both upper limbs, most pronounced in the right arm. She was incontinent of urine. There was loss of touch, pam, position, and vibration sense from the level of T2. It was difficult to assess coordination although she had an element of intention tremor in her arms. The visually evoked response was delayed in both eyes. Brain MRI showed lesions scattered throughout the periventricular area, typical of those seen in multiple sclerosis. Her CSF was normal and Wasserman and fluorescent treponemal antibody tests were negative. She was considered to have clinically definite multiple sclerosis. She died in 1992 and there was no postmortem examination.
The neurology unit at Baragwanath Hospital, Soweto, Johannesburg, has seen five patients during the past 20 years-two of them in the past five years-in whom a diagnosis of multiple sclerosis was seriously considered. The two most recent patients had internuclear ophthalmoplegia and unilateral optic atrophy and one had evidence of pyramidal tract and posterior column involvement and a delayed visual evoked response. In both of the recent patients oligoclonal bands were present on analysis of CSF. All five patients had, however, coexisting infections of the nervous system, in three the blood and CSF examination showed antibodies for treponema infection; in the fourth patient there were both antibodies for syphilis and HTLV1 infection in the CSF and the fifth patient had raised cysticercosis antibodies. The primary infections were treated with some clinical improvement. None of the five patients returned for follow up.
Two other female black South Africans were reported as dying from multiple sclerosis on their death certificates, but good histories for these patients have not so far been obtained.
ZIMBABWE
Case 8 (Harare and Parirenyatwa Central Hospitals, Harare) In 1987, this 47 year old nursing sister developed weakness and loss of touch sensation in her left arm. This recovered spontaneously. In February 1988, she developed pain and stiffness in her neck, followed by numbness of the right arm and on the right side of the body and also, later, some weakness of the left arm and leg and loss of touch sensation. On examination at that time she had nystagmus, scanning speech, dysdiadochokinesis, and intention tremor and there was profound proprioceptive loss in her left arm. Improvement followed steroid treatment.
In July 1990, she developed weakness and numbness of her arms and legs and was seen by a visiting neurologist, Dr D Leary, who agreed that she had multiple sclerosis and she was treated with methyl prednisolone infusion. This resulted in some improvement. In October 1990, she developed blurring of vision in the right eye and pronounced optic atrophy was noted. In July 1991, she was readmitted to hospital with a relapse of weakness in the left arm and leg, again she improved on treatment with prednisolone. A further relapse occurred in July 1992. She is considered to have clinically definite multiple sclerosis.
Case 9
(Harare and Parirenyatwa Central Hospitals, Harare) In 1988, an 18 year old man developed blurred vision in his right eye, numbness in his legs and hands and, later, weakness of the hands. He was treated with prednisolone and recovered. He was seen by one of us (LFL) in December 1988, who found that vision had almost returned to normal in the right eye. At that time he was areflexic in the arms and he had poor temperature and vibration sense in the lower limbs. There was slight ataxia on the right finger to nose test and on alternating movements of the hand. Lhermitte's sign was positive. A CT was normal and lumbar puncture showed normal protein and a negative Pandy's test. The patient improved on treatment with prednisolone.
In December 1989, he developed spasms of his left hand; again he was given prednisolone with some improvement. In June 1991 he had a further relapse with numbness in his legs and abdomen. In June 1992 he developed pain and severely impaired vision in his right eye and difficulty in starting micturition. He improved with prednisolone treatment. He was a student at the University in 1993, and, except for his visual symptoms, was reasonably well. He is considered to have clinically definite multiple sclerosis. In 1983, she developed hemiparesis of the right side, which recovered over, one month. At that time she was noted to have bilateral optic atrophy, worse on the right side. A cranial angiogram showed no pathology. Routine testing of her CSF was normal.
She was seen again in 1986, when she had bilateral optic atrophy, weakness of both legs, extensor Babinski's responses, and oligoclonal bands in her CSF. By June 1989 she spent most of the day in a wheelchair. She complained of painful flexor spasms in her legs and constipation. By June 1992 she had spastic tetraplegia.
By September 1992 power in her legs had improved but she was totally blind. Her mental acuity remains undiminished and she enjoys books provided by tape aids for the blind. She is considered to have clinically definite multiple sclerosis. 
